Backgrounds and aims: Hyperoxia induces lung injury through a main biological effect of cell death. Oxygen species generated by hyperoxia can induce lysosomal permeabilization, through which proteolytic enzyme, cathepsin B(CB) is released. We have defined that fetal alveolar type II cell (FATIIC) death was mediated by CB during 65%-hyperoxia and pre-incubation of rIL-10 to FATIICs had beneficial effect on reducing cell death secondary to 65%-hyperoxia. There have never been any trials to investigate the effect of rIL-10 on CB activity in FATIICs exposed to hyperoxia. We speculated that pre-incubation of rIL-10 might inhibit CB activity in FATIICs during 65%-hyperxia.
